Introduction
Endocarditis parietalis fibroplastica is a rare fatal disease of unknown aetiology in which there is a progressive subendocardial mural fibrosis. It is associated with a peripheral blood eosinophilia sometimes of leukaemoid proportions.
Case report J.W., a gas fitter aged 20, was admitted for investigation to the Grange Hospital, Weaverham, on 27 April 1966 with a history of cough, morning wheezing and a little green sputum for 6 months. He complained of breathlessness on exertion and had lost 2 stones in weight and had occasional vomiting. He had never been abroad.
On examination he was pale and had a lowgrade pyrexia. There were poor basal breath sounds in the chest and scanty rales. His heart was slightly enlarged with a soft apical systolic murmur. Blood pressure was 160/110 mmHg. The spleen and liver were both palpable about l in. below the costal margin. Urine contained albumin + + and a trace of sugar. Investigations X-ray chest: bilateral small. pleural effusions and some diffuse shadows in both lungs. Vital capacity 2-34 litres (predicted from height and weight: 4 92 litres). FEV1 74%, not improved by isoprenaline inhalation. ECG showed flattening of T waves in leads III, aVF and V 4, 5 and 6. Hb, 8-6 g/100 ml; PCV, 32%, MCHC, 27%; ESR 33 mm in the 1st hour (Wintrobe); WBC, 35,000/mm3 (neutrophils 20%, lymphocytes 9 %, monocytes 3 %, eosinophils 68 %); platelets 184,000/mm3; direct Coombs' test negative; leucocyte alkaline phosphatase: low score. Sternal marrow; normal cellularity; normoblastic erythropoiesis with a marked increase of eosinophils and their precursors. The appearances were those of an eosinophilic hyperplasia. LE cells not found, Rose-Waaler test negative, blood sugar 80 mg/100 ml, serum electrolytes and liver function tests normal. Serum proteins: albumin 4.5 g/100 ml; globulin 3-0 g/100 ml; electrophoresis: slight increase in v-globulin. Stools the arteries supplying these segments. The heart was enlarged (630 g) due to hypertrophy of the left ventricle. There was diffuse myocardial fibrosis involving both ventricles with attached mural thrombus overlying a fibrotic area at the apex of the left ventricle. The valves were normal but there was prominent subendocardial fibrosis of both ventricles and left atrium and to a lesser degree the right atrium. The liver was grossly enlarged (3000 g) with a prominent nutmeg appearance. The spleen was also enlarged (575 g) and showed a firm congested appearance. The pancreas showed a small softened yellowish lesion 1 cm across within the central part of the head; the remainder was normal. All other organs were of normal appearance.
Histological examination
Widespread mural fibrosis was present in the left ventricle ( Fig. 1) increase of fibrous tissue beneath the endocardium in the right ventricle and right atrium. Elastic fibres were slightly increased in the subendocardial fibrous tissue in the left atrium (Fig.  2) but not in the other chambers of the heart. The pericardium was normal. The lungs showed oedema and an increase of loose connective tissue in the interlobular septa (Fig. 3) (Saphir, 1958) .
ECG findings are usually non-specific, consisting of changes in the S-T segments and T waves, though a 'P pulmonale' was present in the case described by Lennox (1948) .
The eosinophilia, although variable, is an essential component of the disease. It may reach leukaemoid proportions with total eosinophil counts of over 100,000/mm3 (Wiener & Knights, 1957) . The marrow reflects the peripheral blood picture with eosinophilic predominance but there is never leukaemic immaturity of the myeloid series. In some instances cases of so-called 'eosinophilic leukaemia' terminating in congestive failure and showing myocardial cellular infiltrates are possibly examples of Loffler's disease (Englefeldt & Zetterstrom, 1956 ). Pierce, Hosseinian & Constantine (1967) also suggest that disseminated eosinophilic 'collagen disease' (Englefeldt & Zetterstrom, 1956 ) may be the same as Loffler's disease, but their case did not show any endocardial abnormality.
The organ mainly affected in Loffler's disease is the heart, with lung involvement in some cases. There is an initial mainly eosinophilic infiltration in the subendocardium and myocardium, which progresses to a subendocardial and mural fibrosis. As the fibrosis develops the cellular elements decrease and in the later stages of the disease only a few scattered eosinophils are found. All chambers of the heart may be involved either individually or together and pro-gressive cardiac enlargement usually occurs. Mural thrombi overlying damaged endocardium are common and embolic lesions from these may result. There is never a true valvular endocarditis although fibrosis of the papillary muscles or chordae tendineae may lead to incompetence of the mitral and the tricuspid valves (Brink & Weber, 1963) . The subendocardial fibrosis which is the essential feature of this condition produces a pearly-white thickening of the endocardium which histologically consists of fibrous tissue with little or no increase in elastic fibres. No true vascular lesions of polyarteritic type are found.
It is possible that Loffler's Syndrome (Loffler, 1932) is the benign counterpart of this condition, the lung involvement being self-limiting and the heart escaping damage. In our case pulmonary infiltration was present at an early stage of the disease and it is possible that this resulted in the interlobular fibrosis found at necropsy. It is interesting that the marked eosinophilic infiltration in the biopsy specimen of liver was not present in the necropsy sections. These appearances were so striking in life that the possibility of a leukaemic infiltration was considered, but this interpretation was not supported by the marrow findings. The disappearance of the infiltration as part of the natural progression of the disease seems likely, and Hoffman, Rosenbaum & Genovese (1955) found a normal liver biopsy in their patient despite a pronounced blood eosinophilia.
The aetiology of Loffler's disease is unknown. On the basis of the eosinophilia an allergic mechanism is usually assumed. Whether the eosinophilic infiltration has a fibrogenic effect on the endocardium and myocardium or whether the fibrosis is the direct result of an underlying pathogenic agent is not clear. The possibility of a self-perpetuating autoimmune process following primary damage to the heart cannot be excluded. 
